An epizootic infection of Citrobacter freundii in a guineapig colony is reported. From 1300 guineapigs maintained in a colony, a total of 115 guineapigs died. Lesions found postmortem were suggestive of acute pneumonia and enteritis. Citrobacter freundii was consistently isolated from necropsy specimens of lung, liver, spleen and intestines of the animals. The source of infection was not ascertained.
Citrobacter freundii is found in water, food and urine (Sedlak, 1974) but naturally-occurring clinical infections of this organism in laboratory animals have been rarely reported, except for the C. freundii induced colitis in mice which is a well described specific infection (Barthold et al., 1976; Bieniek & Tober Meyer, 1976; Barthold et al., 1978) . C. freundii infections which involved rabbits, guineapigs and mice were reported by Owens et al. (1975) . However, naturally-occurring C. freundii epizootic in guineapigs per se has not been reported. An outbreak of clinical C. freundii infection in a group of 1300 guineapigs maintained in Vom, Nigeria is now reported.
The animals were in open pens confined to suites of rooms and were attended to by the same staff. Environmental temperature and relative humidity were not regulated. The animals were given feed pellets and vitamin C was added as a feed supplement at 1g/kg of feed: There had not been any change in husbandry methods, diet or bedding prior to the outbreak.
In June 1987, dyspnoea, diarrhoea and decreased food and water intake was noticed in the colony. The ensuing mortality averaged 9 animals daily from day 2 but increased to 12-16 daily during days 10-12. The death rate in weanlings aged 21-28 days was quite high; of 450 females and 350 males about 70 died and of 500 breeder females, 45 died. This occurred despite administration of chloramphenicol in water at 1· 6g/ litre.
At postmortem examination, the most striking lesion was severe lung consolidation with pleural adhesions in the majority of cases. Others showed varying degrees of lung involvement. Enteritis and some thickening of the intestinal wall were also evident. Histopathologically, the major changes were restricted to the lungs where there was fibrinous pneumonia with infiltration of inflammatory cells into the interalveolar septa which were thickened. Masses of Gram-negative bacilli together with leucocytes were found in the capillaries. Such septic thrombi were also found in the liver and spleen.
C. freundii was consistently isolated in pure culture from the lung, liver, spleen and intestine on blood and MacConkey agar and later identified by differential biochemical tests described by Carter (1975) . Antibiogram of the isolants on antibiotic sensitivity disks, Multo disks (Oxoid, England) revealed that the organism was sensitive to chloramphenicol (10 /lg) gentamicin (10 /lg), penicillin (2 iu) but resistant to cloxacillin (5/lg), tetracycline (10 /lg), streptomycin (10 /lg) erythromycin (10 /lg) and Cotrimoxazole (25/lg).
The source of infection could not be identified. The water and feed were pathogen-free. C. freundii is recognized as a human pathogen (Sydney & Ellen, 1986) but we could not isolate the organism from the research staff or their clothes. However, close monitoring of guineapigs and research staff is being maintained at the laboratory especially for C. freundii. c. freundii is regarded as an opportunistic pathogen, being pathogenic when conditions are suitable for them to multiply in an unusual situation (Sedlak et al., 1971; Von Graveneitz, 1977) . Mortality in these animals was quite high and it is probable that some predisposing factors not yet known could have played a major part. Regardless of the pathogenesis, the confirmation of an outbreak of infection in guineapigs by an organism not frequently recorded as pathogenic to the species is striking and worthy of note.
